Hepatitis C virus (HCV) is the major causative agent of post transfusion and sporadic non-A, non-B hepatitis (1) (2) (3) . It is clinically well known that HCV infection persists for a long time and eventually leads to hepatic cirrhosis and hepatocellular carcinoma (HCC) (4, 5) . Although the mechanism is unknown, the HCV genome seems to persist in hepatic cells for decades and its gene products may play roles in the hepatocellular carcinogenesis. In Japan, deaths from HCC have been ominously increasing in number in the past two decades (6). At present, over 80% of HCC cases are considered to be related to HCV infection (5) . The HCV genome is detectable in liver tissues of HCC (7, 8) . However, the integration of the viral genome is not found in HCV-infected HCC cells by Southern blotting analysis (7) . The mechanism of the close relationship of HCV infection to the development of HCC is not known at all.
HCV contains a positive-stranded RNA genome of about 9.5 kilobases that encodes a large polyprotein precursor of about 3,000 amino acids (9-11). Analysis for its genomic structure revealed that HCV is distantly related to flaviviruses or pestiviruses (12) (13) (14) . The structural proteins of HCV are considered to be encoded in the 5'-terminal region of the genome; nucleotide about 330 to 1,500 (13, 15) .
Like flaviviruses and pestiviruses, these proteins are cleaved from a large precursor polyprotein by cellular signalase (16) . By analogy to these viruses, a nonglycosylated protein of 22 kDa encoded by the N-terminal portion of the open reading frame is considered to be the core protein of HCV (17, 18) . HCV is an RNA virus and does not contain the reverse transcriptase. Its life cycle is consequently confined to the cytoplasm (19). However, the core protein of dengue virus, one of flaviviruses, is known to be partially transported into the nucleus (20). We previously found that the truncated HCV core protein was translocated to the nucleus when its cDNA was expressed in insect cells by a recombi- 
